creation of rachitic structure were present. The whole case spoke to him of malnutrition in infancy and early childhood. The chronic eczema was additional evidence of this. He did not think that the patient had been fed during infancy for any considerable period on pure breast milk of good quantity. Probably within three or four months of birth the infant was fed on boiled milk, with carbohydrates, foreign to milk, added to it. At any rate, that was the typical kind of food likely to produce the pathological conditions that had been described. In searching for the cause of structural alteration it was essential that the fullest consideration should be given to the materials from which that structure was created.
In reply to the President, Dr. VINCENT stated that the diagnosis of fat intoxication was made from the striking combination of symptoms which were quite characteristic and were corroborated by the results of treatment. Th-e extremely urgent symptoms were removed by a dose of castor oil and extremely dilute food (chiefly water) for the next twenty-four hours.
Dr. A. G. LEVY said he had been asked to communicate to the Section an account of a few experiments he had made bearing on the subject under discussion. The condition of the thymus gland was so prominent a feature of status lymphaticus that the possible relation of a thymus secretion to sudden death under chloroform had to be considered. A fresh extract of sheep's thymus gland was made and injected both into the peritoneal cavity and subcutaneous tissue of cats under chloroform. Beyond a slight fall of blood-pressure these animals did not react to the ancesthetic in any unusual way, and stimulation of the central and peripheral ends of the cut vagus nerve did not produce any greater effect, direct or reflex, after the injection than before. He had also fed a number of animals both with the fresh gland and with the commercial dried extract of gland, making observations in those cases more especially in relation to the induction period of aneesthesia, comparing results obtained before' feeding with those obtained in the same animal after feeding. That series of experiments also failed to afford any conclu'sive evidence that the contents, or th-e hypothetical secretion, of the thymus gland was operative in the production of syncope under chloroform ancesthesia.
Mr. R. E. HUMPHRY read the following communication, and, in reply to the President, he said he meant, by saying that death might be explained on psychical grounds, that slight afferent impulses or shocks, caused either by painful or mental impressions, might, in the case of all the nerve centres in the medulla being in a devitalized and moribund state-and there seemed reason to think that they were functionally most imperfect-be all that is necessary, while in such a vulnerable condition, to give rise to a sudden cessation of the functions of the contained cardiac and respiratory centres, with the result sudden death:
On the evening of Friday, December 3, I was greatly interested in listening to the very able and comprehensive paper read on this subject by Mr. Bellamy Gardner. I am afraid I must plead guilty to having written several articles wholly in favour of lymphatism as a "pathological entity," and when doing so I have been cognizant of the fact that there are medical men of much repute who hold different views. I have to plead that it is my convictions that have urged me to do so, and which constitute my only excuse. Moreover, unfortunately, I have not been able to learn their views, and my humble contributions have ostensibly been set forward as suggestions. I have not been so sanguine as to expect them to be accepted as established facts, but I have felt that lymphatism veritably presents a most serious and important problem, and I had at least hoped to meet with some opposition, and to stir up a discussion on the subject on the part of men who were better able to deal with it than I am. I have heard it stated that a disease that cannot be recognized during life, and only with difficulty after death, cannot be accepted as a cause of sudden death until it has been made much more clear, and that one is particularly sceptical when it is given as a cause of death under an anaesthetic. Some are inclined to think that it would be an easy matter to draw many difficulties into the statuslymphaticus net, and from such an opinion I am bound to dissent. Personally, I consider that the error would be more often on the side of not attaching enough significance to the disease. Concerning the diagnosis, some twelve months or more ago I wrote a paper to the Lancet 1 endeavouring to point out that all the signs and symptoms existing then were practically valueless. Now, after having physically examined further cases during life, and subsequently made post-mortem examinations on the same after death, I think, under certain circumstances, a positive diagnosis may be arrived at clinically, even without the very valuable additional aid of radiography. I would base my diagnosis, personally, on the following five physical signs in order of importance:
(1) Signs of a persistent thymus gland, as evidenced by a lowering of the upper border of superficial cardiac dullness in the absence of emphysema of the lungs, or old tubercular cavities at its bases, with or without fullness of the episternal or interclavicular notch.
(2) A uniform prominence of all the papille of the tpngue, especially the circumvallate papilla., between which and the epiglottis posteriorly there is frequently present a great multiplication, hypertrophy, and hyperplasia of all the lymphatic nodules, giving rise to a very characteristic picture, some of the sessile nodules measuring as much as i in. to A in. at their bases. The condition cannot be seen without the aid of forehead and laryngoscopic mirrors. In addition, the tongue is often unusually large, flabby, and tooth indented.
(3) A symmetrical enlargement of the thyroid gland.
(4) Distant and muffled heart-sounds with absence of the sharply defined characteristic click caused by closure of the valves associated with a soft, weak and ill-sustained radial pulse.
(5) A greater or less amount of hyperplasia of any or all of the faucial, pharyngeal, and lingual tonsils, also of the uvula, and the presence of adenoid growths in either very small or large quantities.
The co-existence of (1) and (2) is, in my opinion, sufficient evidence of the presence of the disease. I have to confess that the first is an original physical I Lancet, 1908 I Lancet, , ii, p. 1870 sign of my own coining, but, despite this, I feel certain that if any of you here present would be kind enough to remember and test it, you will find it a reliable one. I am sure that the presence of the thymus gland does not give rise to the dullness one would expect it to do. This region may even be a little hyperresonant, and if dullness is present it is probably due to other causes, possibly an aneurysm of the arch of the aorta, a gumma, a tubercular abscess, or one of the rare malignant tumours of the thymus, but not to a simple hyperplasia of the gland substance. The thymus, although a solid organ, is of much less solidity than that of the heart, and, by interposing itself between it and the anterior chest wall, it pushes the heart further away from the manubriunm, depressing the upper level of absolute cardiac dullness. The "large " size of the thymus is not an essential part of lymphatism, but in instances where the dimensions of the gland have been extraordinary, and have, during life, given rise to pressure on the trachea and big blood-vessels, it is probable that a certain degree of dullness to percussion may have been caused by it; but here even I should expect to place a greater reliance on the still further depressed limit of superficial heart dullness. In the remarkably resonant chests of infants at the end of the second year of life, when the gland should have attained about its maximum size and development, no really appreciable dullness is present, and after sudden and unexpected deaths from lymphatism have occurred in adults, post mortem I have not not been able to detect any. Age will not help one much in the diagnosis, since fatalities have been known as young as one year, or even younger, and as old as 50, though probably they are commonest between 12 and 22. The presence of antemia is common enough apart from the condition, while an "apparent" degree of the same is not always concomitant. Some observers have noted a diminution in the number of lymphocytes, but add that the change is neither great nor constant; they note also a reduced percentage of hamoglobin. Perhaps males are affected rather more than females, and the subjects of the disease are said to be peculiarly liable to fright. True, fright may result in sudden death, but, as a phlegmatic disposition is much more common than a neurotic one in such cases, I do not think they can be said to be peculiarly liable to "take fright." Signs of a former attack of rickets have been found in many instances, and most frequently the disease is found in offsprings of a neuropathic stock. Its association with epilepsy has been definitely established. Dr. W. J. McCardie lays a certain amount of stress on dilatation of the pupils of the eyes. It has been said that the mesenteric glands are sometimes palpable, but, as these glands are invariably quite small, and not very hard, and as also the subjects of the disease are usually well nourished, the occasions when they can be felt must be very uncommon. The palpability, or non-palpability, of the cervical, axillary, and inguinal glands may easily be misleading. Mr. Bellamy Gardner and Dr. Horace Manders rightly emphasize the great value of radiography. At the last meeting Dr. Bernard Spilsbury pointed out that adenoids were not necessarily an indication. For' my own part I would have said that the presence of adenoids, per se, was never a trustworthy indication. (True, a number of cases of lymphatism are only brought to light by the occurrence of a fatality while undergoing an operation for the removal of post-nasal growths and enlarged tonsils, but this is not to be wondered at considering the enormous number of such operations that are performed yearly, and also that this huge percentage of operations is performed at a period of life when deaths from lymphatism are commonest, and the very condition for which relief is sought by operative measures is the one with which lymphatism is more frequently concomitant. The only surprising thing is that more fatalities are not met with in this particular branch of surgery.) Further, in some instances of the disease, adenoid growths and enlarged tonsils are not present. Either or both the liver and spleen may, or may not, be enlarged, and to such a variable degree that no reliance can be placed on the absence of physical signs of enlargement, and very little on the presence of the same. One would expect to find some constant change in the blood, though as yet no such phenomenon has been discovered. Post-mortem, the pathological changes are gross and widely disseminated, but unless one is cognizant of the picture of the disease, or on the look-out for it, or methodically considering every organ seriatim, it is quite easy to miss. It seems a paradox to say that the changes are gross and ubiquitous and in the same breath to say that they are so easily missed, but on further consideration this is not so. The thymus can be missed because it is seldom so large as to obtrusively present itself, and if the incision is only commenced at the root of the neck it tends to remain in large part hidden beneath the sternoclavicular articulation. The tongue may not be observed, likewise the lymphatic structures in the mouth. The (esophagus may not be opened, nor the stomach, though the former may contain a few much-enlarged miliary lymphatics, and the latter, perhaps, a, complete chain network of them. The small and large intestines, too, ought to be examined in their entire length, though unfortunately these searches are not always made in country places. The mesenteric glands may be obscured by an excess of subperitoneal fat. It is these glands that are chiefly affected. They may be all rather large, and pale 'pink in colour, or all quite small, and bright pink. Sometimes certain groups of glands are more picked out than others. A uniform enlargement of all the peripheral glands is, as a rule, conspicuous, and this in the absence of any apparent infective disorder of the intestines or evidence of tuberculosis. The bronchial, tracheal, and mediastinal glands are often not much affected. The changes in the liver can be discounted as, although pathological, one might not know how to account for them, and the changes, in themselves, are not sufficient to lead to death. Much the same can be said of the spleen. The heart may show a variable amount of degeneration of the myocardium. When this is marked, the death certificate is probably signed "fatty degeneration of the heart "; and when it is not marked, and the result of the autopsy has been unsatisfactory, the death certificate is probably signed " heart failure." It is in these ways that many cases of lymphatism are -undoubtedly not recognized.
Concerning the kidneys, in two of my cases reported in the Lantcet of December 26, 1908, there was present an acute congestion -of both organs. In one of these cases the notes recorded at the autopsy were: " Both kidneys were dark red in colour; on section, there was present a marked uniform injection; the cortex was not abnormal in thickness, and both cortex and pyramids were dark red; the capsules stripped readily, leaving a very finely granular surface. The condition of both kidneys resembled that of an acute scarlatinal nephritis, and a post-mortem catheter specimen of the urine gave a neutral reaction to litmus and showed a considerable cloud of albumin as being present." The possibility of a previous attack of scarlet fever was, of course, definitely eliminated. I do not think an acute nephritis has been observed in cases of lymphatism before, but I felt sure at the time that it was part and parcel of the disease, and merely another indication of a general toxaemia that I am convinced exists. The pathology of the disease, in our present limited state of knowledge, is necessarily bound to be obscure, and one is only able to make the few merest suggestions. It has been maintained that the heart is affected first at the fatal termination, but with this I do not agree.
It is the respiration that is affected first in the majority of cases, although in some instances both cardiac and respiratory functions appear to be seized simultaneously. Apparently the disease is one that has been insidiously at work for an unknown time until some either exceedingly serious or most trivial firing-off cause inexplicably gives rise to a fulminating termination, resulting in more or less sudden death. In five out of the six cases I have reported the firing-off cause was exceedingly trivial, viz.:
(1) Boy, aged 14, after three inspirations only of ethyl-chloride.
(2) Male, aged 17, rising from customary midday meal.
(3) Male, aged 29, while taking a tepid bath. The temperature of the bath was 950 F., previously tested by thermometer; the bath was taken during the summer months, and the patient was accustomed to having such baths.
(4) Female, aged 28, after a single epileptic fit.
(5) Female, aged 32, the only assignUble exciting cause being the act of acquiescing to accompany her sister against her inclination. In all these cases death was sudden, and the cardiac and respiratory functions seemed to fail almost simultaneously.
In the sixth case the exciting cause was a very serious one, despite which death was not nearly as sudden, and respiration was affected an appreciable time before the heart. This patient was a male, aged. 21, who died somewhat suddenly after eleven violent epileptic fits. Six months previously, also, this subject had survived a serious attack of acute lobar pneumonia, when, for two days at least, it did not seem at all likely he could recover.
At the meeting here on December 3 I understood Dr. Hewitt to say that lie would like to hear of some cases where other organic pathological changes, besides those indicative of lymphatism, were present at the autopsy. In this connexion I have seen several autopsies where pathological changes consistent with lymphatism and other diseases were concomitant, cases in which it was not possible to say what predisposing or exciting contributory factor lymphatism formed in the causation of the fatal termination. Although the lymphatism element in these instances was left out of consideration altogether, nevertheless it probably played a very important part. The sixth case was very instructive, and formed an excellent example of the very serious nature of the firing-off cause that is sometimes necessary to determine the more or less sudden ending in the less marked instances of the disease. This patient had definitely not passed into the so-called " status epilepticus," in which it is recognized that death can take place, and his sudden death came quite unexpectedly. It also instances a case in point where a patient with chronic lymphatism could only, six months previously, survive a bad attack of acute lobar pneumonia. Notes recorded at the time were as follows: " The patient, a male, aged 21, was well nourished, of excellent physique, and his general health was good. He was an epileptic, however, and the subject of both frequent and strong fits, which occurred more or less in bouts. Four days before he died he had fourteen fits in the day, three days before he had five in the day, then no more till the day that he died, when he had eleven in the morning; death occurring at 1.50 p.m. On the morning of the day he died his general condition was good, and his pulse was full, strong, well sustained, regular in force and rhythm, and not greatly accelerated. However, about half an hour before he died, a sudden change for the worse was noticed. The colour of the face changed, the expression became anxious, and the breathing laboured, shallow, irregular, and hurried, but not stridulous, and there was no question of any obstructive dyspncea. At first the pulse was still good, and, though scarcely so strong as previously, nevertheless it did not indicate that there was any cause for alarm, as did his breathing and general countenance. Within ten minutes of this observation, however, death unexpectedly took place." At the autopsy the pathologist who made the examination could not find any adequate cause of death. I was present at the latter part of the autopsy, but the signs of lymphatism escaped my notice, and it did not occur to me to look for them. It was only on subsequently discussing the unsatisfactory result of the examination that the possibility of lymphatism occurred to me, and we had the body reopened and found the thymus present, and other signs compatible with the disease in a milder form than usual. It was this example of the disease that led me to provisionally divide the cases of lymphatism into quasi-acute and chronic cases. By quasi-acute cases I meant to denote those instances in which, although the exciting cause might have been absurdly insignificant, death had been very sudden, and the cessation of both respiratory and heart functions had taken place simultaneously. The autopsies on these cases reveal a larger thymus than usual, and more gross changes in the tongue, cesophagus, heart, stomach, small and large intestines. liver and spleen. The enlarged mesenteric glands also are more numerous, but uniformly smaller, and always a bright pink, or even red, in colour, and there may be present in addition an acute nephritis, with albuminuria. By the chronic cases I meant those in which, although the exciting cause might have been a very grave one, death was not nearly as sudden, and the respiratory centre was affected an appreciable time before and to a greater extent than the Section of Anwsthetics 57 cardiac centre. The autopsies on these cases reveal a relatively smaller thymus, possibly a slight uniform congestion of the lungs, and no nephritis. Also the morbid changes in all the organs are less marked, and the enlarged mesenteric glands are fewer in number, uniformly larger, much paler pink in colour, and never red. Sometimes in these cases some groups of glands are more affected than others. Having constantly considered the disease now for over four years, I am convinced that a general toxaemia exists. The changes found in the heart, lymphatic system, liver, spleen, and kidneys are all compatible with such a theory. I have known of one case, too, where the temperature before death rose to 1020 F. The manner in which death takes place seems comparable to that of a poison acting on the central nervous system, and affecting the respiratory centre in the medulla to a rather greater extent than the cardiac centre. In the quasi-acute cases both centres seem to be seized practically simultaneously as if from some huge overdose of a narcotic, while in the chronic cases the respiratory centre is affected an appreciable time before, and to a greater extent than, the cardiac centre, as if from a much smaller overdose of a narcotic. The concurrence of lymphatism and diphtheria is said to be particularly fatal, and theoretically one cannot be surprised that this is so. Both diseases give rise to a general toxaemia, both diseases affect chiefly the lymphatic system, and both diseases can produce an acute fatty degeneration of the myocardium.
Svehla found that the intravenous injection of thymus extract produces in dogs a great fall in blood-pressure and acceleration of the heart, and, in lethal doses, dyspncea and collapse. When deaths from lymphatism occur in children of about 2 years of age-that is, at the time the thymus should have attained, roughly, about its maximum development the gland, post mortem, is found to be much larger than it usually is at such an age. Concerning the prognosis, I think one might venture to conjecture that the disease is not uncommon, and that many subjects of the disease do recover. I think one also has enough evidence to assume that victims of the disease have certain critical periods, that it depends on the gravity of these certain critical periods, and the severity of any shocks, or the nature and severity of any intercurrent maladies occurring at such times, to determine or not a fatal issue. Thus the reason why sudden deaths from lymphatism under general anaesthesia are not more common is probably to be explained in this way, if I may be allowed to make use of a hypothetical example. For sake of argument, let it be granted that lymphatism occurs once in about 600 persons, which means that the chances are roughly 600 to 1 against coming across a case at all. Let it further be granted that its victims have a certain critical period (?more than one) of, say, two to three weeks' duration, during which trivial and insignificant exciting causes may be sufficient to give rise to sudden death. Having picked from the 600 persons the one with lymphatism, it will be seen that the odds are still enormous that you do not also strike that certain critical period, but, should anyone have the " misfortune " to strike both the subject of the disease and, coincidentally, his, or her, critical period, then in very many, but not all, instances I maintain that no anaesthetist could avert an inevitable fatality. Further, of the cases which might possibly have been saved, the majority are those in which anasthesia was " incomplete," while perhaps a quite small minority of the same group might also have been saved in more experienced and competent hands. To further exemplify my meaning, had any surgeon or anasthetist been unfortunate enough, coincidentally, to have been performing even a minor operation, or administering any anaesthetic, respectively, in any of the five cases I have before referred to on the day that they died suddenly, it is only perfectly reasonable to predict that disaster would have befallen them.
On December 3 Dr. Leonard Williams suggested that the previous administration of thyroid extract in suitable doses might be beneficial. This may be so, and I am not in a position to speak either one way or the other; but I would like to point out that in Graves's disease, where there is supposed to be a hyperactivity of the thyroid gland, cases which have died suddenly and unexpectedly have been found post mortem to have an enlarged thymus gland also. Re the question of anaesthetics, I have several times drawn attention to the fact that the fatalities that occur from lymphatism while under a general anaesthetic invariably appear to take place during "incomplete'" anesthesia, either before reaching, or on recovery from, the third stage. Dr. Dudley Buxton carefully discriminates between "light" and "incomplete" anesthesia, and consequently when, before, I have said light anesthesia I have meant, and should more correctly have said, incomplete anaesthesia. Personally, I feel convinced that the effect of shock during incomplete anesthesia is far more important than the effect of whatever aneesthetic may be employed. If I were cognizant of the fact that I was dealing with a subject of lymphatism in which it was exigent that a general anesthetic should be given, if time allowed, I would give a small dose of strychnine by the mouth three times a day for a week or fortnight preceding the administration, and in any case I would employ a suitable hypodermic injection of morphine a quarter of an hour before commencing. With these precautions, and having also forewarned the parents of a "certain amount " of danger of an unusual character, I would give for preference a mixture of two parts of chloroform to one part of ether, on a Schimmelbusch's mask or by means of a Junker apparatus. Under no circumstances would I accede to a request to commence the operation until the patient was in the third stage of narcosis, with the eyes fixed and the pupils contracted to their smallest limit. I would also maintain complete anaesthesia until the operation was entirely finished. I remember once giving a mixture of two parts of chloroform and one part of ether to a little boy aged between 10 and 12. Before commencing, both his pupils were equal but unusually large, and I found it impossible to get them to contract even to a small extent. Although complete anesthesia had been maintained for a quarter of an hour or longer, still each time I slightly pushed the chloroform the pupils did not contract, but the respiration became shallow, irregular, and then stopped. I have many times since thought that this was most probably an instance of lymphatism. I have here quite a short paragraph taken only a few weeks ago from the British Medical Joutrnal of December 25.' I would like to read this, as it is more or less typical of a number of such notices that I have seen from time to time either in medical journals or even in the daily Press. It was in the medico-legal column and headed "Death. during Operation":-At an inquest in Gibraltar on December 7 on the body of a man aged 18, the evidence given was to the effect that the deceased, when being prepared for operation, had at first taken chloroform well and naturally, but before ansesthesia was sufficiently profound, respiration became intermittent and the face pale. Administration was then stopped until both became normal, after which the desired incision was made. Forthwith respiration and the heart's action both ceased, and neither could be restored despite efforts, including cold affusion, injection with strychnine, and artificial respiration, carried on for an hour. The jury returned a verdict of death from surgical shock while under the influence of chloroform. Now there can be very little doubt that this was a case of lymphatism. The exciting cause of the sudden death was shock, and the verdict of the jury was in this case correct-viz: Death from surgical shock while under the influence of chloroform." But such shock is not sufficient to account for sudden death without some predisposing factor. I do not, of course, say that chloroform cannot cause death in cases of lymphatism, but I do emphatically say that it very rarely, if ever, does account for the fatalities. Had more chloroform been given here it is morally certain that death would have resulted, but who could, or would, attempt to give more when confronted with such alarming symptoms -viz., intermittent respiration and pallor? Moreover in cases of lymphatism it is almost the exception for such premonitory symptoms to manifest themselves, and the disasters occur either from commencing the operation before complete anaesthesia is established, or from stopping the administration too soon and allowing the last few skin sutures to be inserted after general anaesthesia has again become incomplete. Since there is reasonable evidence to show that cases of lymphatism do recover, it is fair to presume that such cases as those just mentioned might at least have stood a chance of recovery had the operations been commenced and finished during "complete" anaesthesia, and of course the lighter the better. The reason why I advocate chloroform in preference to ether is twofold: (1) One is better able to discriminate as to the completeness or otherwise of the ancesthesia, or, at all events, the non-expert is.
(2) The heart in such cases is invariably degenerated, and its action consequently enfeebled, and it is better to temporarily relieve it of some of its work by a drug which lowers the general blood-pressure, than to stimulate it by ether without lessening the work it has to perform. At the commencement of the administration a dilute vapour of chloroform is more advisable than a powerful one, but there is no evidence to prove that chloroform is more dangerous than either ether or ethyl chloride in subjects of lymphatism. To me it seems that the sudden deaths might be explained on purely psychical grounds in this way. There can be no doubt of the presence of a toxaemia-and I have sometimes wondered whether it is possible for such a toxin to be manufactured by the breakin& down and decomposition of the nucleo-proteids contained in the thymus. It is conceivable, moreover, for such a toxin to so affect the medulla as to give rise to a devitalized, or even moribund, condition of all its nerve centres, and with such an increased vulnerability of the cardiac and respiratory centres Brit. Med. Journ., 1909 , ii, p. 1829 . more or less trivial afferent impulses or shocks might be sufficient to give rise to their cessation of function, resulting in sudden deaths. Further, if this were so one would not be surprised that in the more chronic examples of the disease this afferent impulse required to be a much more forrixidable one, and that in these instances, too, the respiratory centre was affected before, and to a greater extent than the cardiac centre. There is evidence to show that both the cardiac and respiratory centres are functionally abnormal in such cases, and the short paragraph I have just read illustrates this where it says " before anmsthesiawas sufficiently profound respiration became intermittent and the face pale.'" Lastly, I have never heard of any cases of lymphatism occurring in either sex who had children, and, since virility and maturity give rise to atrophy of the lymphatic tissues and thymus gland, I have some slight grounds for thinking that subjects of lymphatism are sexually sterile.
Dr. A. S. CURRIE said he was not a professed anasthetist, but some years, ago he conducted a long series of experiments, when he was assistant to the Professor of Physiology in Glasgow University, into the cause of death undervarious anwesthetics; and he had had a large hospital experience in the administration of anaesthetics and an exceptionally large experience in practice. With regard to the question of the poisoning, which was raised by Dr. Dudley Buxton in the November Phonographic Medical Journal, there was recorded a striking instance of sudden failure of respiration in the case of a young woman who was supposed to be healthy, whose sister had had an attack of diphtheria, and in whom an antitoxin had been administered as a preventative. Two or three minutes after the administration breathing ceased, the face became pale, and, in spite of artificial respiration, the patient died. Post mortem nothing was found to account for the fatality, which, according to the reports, seemed to be due to poisoning of the respiratory centres. The question of inhibition of respiration arose, as ancesthetists well knew, at certain periods during the administration. When he was conducting his experiments singlehanded, if the animal was partially roused from the anesthetic, and he stopped and rapidly anesthetized the animal, he almost invariably found that the animal died almost as if it had been shot. He was much puzzled by that until he found a paper in the Anatomical and Physiological Journal by Professor Rutherford, in which he said he had noticed a similar inhibition of respiration,. and that it was entirely due to an irritant effect on the nasal branches of the fifth nerve, for he found that if he destroyed those nasal branches by the cautery, and chloroformed the animal, that inhibition did not take place; and if he tracheotomized the animal there was no inhibition. He (Dr. Currie) thought that in the operations for adenoids, the patient having been anesthetized to the point of abolishing the throat reflex, after the adenoids had been removed, if there was a further operation for the removal of tonsils, the anesthetic having: been suspended after the adenoid operation and being again resumed, inhibition might readily occur. The mask had to be removed in order to avoid an unfortunate result. Removal of adenoids was the operation he most dreaded in connexion with anesthesia. Fortunately, he had had no unhappy results, but.
